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ttivfii point; Itammetric pressure; factors making for acidosis. etc.). 
Once the relation of the oxidative functions of the Mood to arthritis has 
lx-en established, these considerations will find application. The author 
feels that rheumatic and arthritic phenomena find their chief explana¬ 
tion on these principles, and offers tin* following working hypothesis 
of the disease: There is a lowered respiratory or metabolic capacity 
possibly in the circulating blood. This is able to achieve a certain 
amount of its normal function but not all; those sites therefore at which 
metabolism is normally most sluggish (joints) are first to suffer. IIvper- 
emia of a part involved often suffices to restore metabolic conditions 
locally, but docs not necessarily relieve the general situation. Thus 
the disturbance may pass rapidly from one joint to another. That 
reduction of temperature lowers the dissociation curve of hemoglobins 
for oxygen is offered as a possible explanation of myositis and arthritis 
due to exposure. The lieneficial effect of heat in arthritis may be 
explained by the raising of the dissociation curve together with the 
local hyperemia produced. The author feels that it is reasonable to 
lielieve that many factors jus many types of infection, exposure to wet or 
cold, chronic intestinal conditions, possibly interglandular disturbances 
may induce the substratum, partly illustrated by a lowered sugar 
tolerance, which is shown to accompany this disease so closely. Tin* 
paper is concluded with a discussion, along general lines, of treatment. 

Failure of Antibody Formation in Leukemia. -Howell (.IrcA. Ini. 
Med., 1920, xxvi, 706) has made observations upon antibody formation 
in lymphatic leukemia and in myeloid leukemia with the following 
results: “Individuals with leukemia who contract typhoid or para¬ 
typhoid infection may fail to develop the specific agglutinins in the 
blood. A similar failure of agglutinin formation also occurs when a 
leukemic individual is injected with typhoid vaccine in a dosage which 
causes agglutinin formation in a normal control. Opsonins an* also 
absent in the blood after injection with typhoid vaccine. The failure 
of both opsonin and agglutinin formation after typhoid vaccination, 
as shown in the 2 cases reported here, of agglutinin formation in 
Moreschi’s spontaneously infected cases and in his vaccinated cases, and 
of agglutinin production after vaccination with still another bacterial 
species, as shown by Rotky, may indicate that the tissues of the leukemic 
individual have lost the property of antil>ody formation in general. 
The loss of ability to form antibodies is probably the result of the 
marked alterations in the hematopoietic tissues which characterize 
leukemia. This loss of ability may lx- due to the excessive proliferation 
of the hematopoietic tissues, one of whose normal functions is the 
formation of antibodies. \\ ith rapidly repeated cell generations the 
cellular energy used in multiplication prevents the utilization of the 
energy which is necessary for normal function. The temperature reac¬ 
tion after bacterial vaccination in leukemia is variable. When a rise in 
temperature occurs it may not be associated with antibody production. 
The leukocytic reaction after vaccination is also variable. Some cases 
react like normals with an increase in the numlx-r of circulating leuko¬ 
cytes. Others show no changes. In still others a decrease may occur. 

I lie variable leukocytic reaction, like the failure of antibody formation, 
is probably the result of the alterations in the hematopoietic tissues.” 



